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National Breast Cancer Awareness Month — October 1997 


October is National Breast Cancer Awareness Month (NBCAM). NBCAM is dedi- 
cated to increasing awareness of the importance of early detection of breast cancer. 
In 1992, the President signed official legislation establishing an annual National 
Mammography Day, which this year is October 17. The combined efforts of 17 na 
tional public service organizations, professional associations, and government 
agencies will attempt to bring NBCAM to the attention of persons across the United 
States. 

Through the National Breast and Cervical Cancer Early Detection Program 
(NBCCEDP), CDC supports early detection of breast and cervical cancers by provid- 
ing financial and technical assistance to health departments in all 50 states, the 
District of Columbia, five territories, and 15 programs serving American 
Indians/Alaskan Natives. CDC also collaborates with several national organizations 
that have breast cancer initiatives. Additional information about Breast Cancer 
Awareness Month and the NBCCEDP is available from CDC’s Division of Cancer 
Prevention and Control, National Center for Chronic Disease Prevention and Health 
Promotion, telephone (770) 488-4751, and from the World-Wide Web site 
http://www.cdc.gov/nccdphp/dcpc. 











Self-Reported Use of Mammography 
Among Women Aged >40 Years — United States, 1989 and 1995) 


In 1997, breast cancer will be diagnosed in an estimated 180,200 women, and 
43,900 women wiil die from the disease (7). Early detection combined with timely and 
appropriate treatment can alter the progress of and reduce mortality from this disease 
(2). Effective screening procedures are available to detect breast cancer in its early 
stages. However, the benefits of breast cancer screening to reduce mortality in the 
population can be achieved only if screening guidelines are followed and a large pro- 
portion of women receive screening examinations regularly. To estimate the state- 
specific proportions of women aged 240 years who reported receiving a mammogram 
during the preceding 2 years, CDC analyzed data from the Behavioral Risk Factor Sur- 
veillance System (BRFSS) for 1989 and 1995. This report presents the findings, which 
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indicate that, from 1989 to 1995, the percentage of women aged 240 years who re- 
ported receiving a mammogram during the preceding 2 years increased in all 
39 states in the survey. 

In 1989 and in 1995, a total of 39 states* participated in BRFSS. Using a multistage 
sampling design and a random-digit-dialed telephone survey, each state conducted 
monthly telephone interviews of a random sample of its noninstitutionalized adult 
(aged >18 years) population to provide state-specific estimates of risk factors and the 
use of preventive services (3). Annual data are weighted to the age, sex, and race 
distribution of each state’s adult population using the most current census or inter- 
censal estimates. Three BRFSS questions focused on mammography use and were 
asked only of female respondents aged 240 years. Each respondent was asked, “Have 
you ever had a mammogram?” If the respondent answered “yes” to that question, 
she was asked, “How long has it been since your last mammogram?” and “Was it part 
of a routine checkup, because of a breast problem other than cancer, or because you 
had already had breast cancer?” In this analysis, estimates are age-adjusted to the age 
distribution of women in the 1989 BRFSS sample for participating states. 

From 1989 to 1995, the overall age-adjusted proportion of women aged 240 years 
who reported having had a mammogram during the preceding 2 years increased in 
each of the 39 participating states (Table 1). The age-adjusted proportion varied widely 
among the states, from 43.8%-65.2% in 1989 to 63.0%-79.7% in 1995. The median 
age-adjusted proportion was 53.3% in 1989 and 69.5% in 1995. During this period, the 
state-specific relative percentage increase ranged from 9% in Minnesota (which, in 
1989, already had a relatively high proportion of women who reported having had 
their most recent mammogram during the preceding 2 years) to approximately 45% in 
West Virginia and New York. 

Reported by: Epidemiology and Statistics Br, Div of Cancer Prevention and Control; Health Care 
and Aging Br, Div of Adult and Community Health (proposed), National Center for Chronic 
Disease Prevention and Health Promotion, CDC. 

Editorial Note: Mammography is the primary procedure for breast cancer screening. 
The U.S. Preventive Services Task Force recommends a screening mammogram every 
1-2 years for women aged 50-69 years (2). In addition, physicians can recommend 
that high-risk women aged <50 years receive a screening mammogram. The National 
Cancer Institute’s 1997 mammography guidelines recommend screening mammo- 
grams every 1-2 years for women aged 240 years if they are at average risk for breast 
cancer (4). Recently revised American Cancer Society guidelines recommend annual 
mammography for women aged 240 years (5). 

The findings in this report indicate that, from 1989 to 1995, the percentage of 
women aged 240 years who reported having had a mammogram during the preced 
ing 2 years increased in all 39 states participating in BRFSS. This finding is consistent 
with previous studies that indicated increasing reported use of screening mammo- 
grams. For example, based on data from the National Health Interview surveys, of 
women aged 240 years in 1987, 29% reported having had a mammogram during the 
preceding 2 years; in 1994, the proportion increased to 61% (6). Similarly, the propor- 


*Alabama, Arizona, California, Connecticut, Florida, Georgia, Hawaii, Idaho, Illinois, Indiana, 
lowa, Kentucky, Maine, Maryland, Massachusetts, Michigan, Minnesota, Missouri, Montana, 
Nebraska, New Hampshire, New Mexico, New York, North Carolina, North Dakota, Ohio, 
Oklahoma, Oregon, Pennsylvania, Rhode Isiand, South Carolina, South Dakota, Tennessee, 
Texas, Utah, Virginia, Washington, West Virginia, and Wisconsin. 
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TABLE 1. Unadjusted and adjusted* percentage of women aged 240 years who 
reported having had a mammogram during the 2 years preceding the interview, by 
state — United States, Behavioral Risk Factor Surveillance System (BRFSS), 1989 and 
1995t 





1989 1995 
Undadjusted Adjusted Sample Undadjusted Adjusted 
State’ % (SE%) Yo (SE) size % (SE) % (SE) 


All women 54.3 (0.6) 54.3 (0.6) 31,394 67.0 (0.4) 70.3 (0.4) 
Alabama 49.2 (2.2) 49.1 (2.2) 630 64.5 (2.1) 63.8 
Arizona E 52.2 (2.6) 52.3 (2.5) 731 714 (2.5) 71.2 
California x 57.1 (2.4) 57.9 (2.4) 1,221 745 (1.7) 75.3 
Connecticut 63.0 (2.6) 62.7 (2.6) 625 748 (2.0) 74.6 

Florida 5 53.1 (2.2) 52.7 (2.3) 1,241 744 (1.4) 74.0 
Georgia : 53.3 (2.5) 53.3 (2.5) 712 71.0 (1.9) 

Hawaii 60.2 (2.5) 58.6 (2.4) 691 75.3 

Idaho 49.8 (2.3) 50.0 (2.3) 957 63.4 

IMinois 51.1 (2.3) 51.6 (2.3) ,023 69.9 

Indiana ' 46.7 (2.1) 46 (2.0) 855 64.0 

lowa 48.3 (2.6) 48 (2.6) ,324 75.0 

Kentucky 50.4 (2.1) 50 (2.1) 927 63.3 

Maine ¢ 55. (2.7) 55 (2.6) 459 70.0 

Maryland 5 : (2.2) (2.1) 739 75.0 

Massachusetts ‘ (3.0) (3.0) 585 78.9 

Michigan . (2.0) (1.9) 835 774 

Minnesota 013 6: (1.6) (1.6) 1,280 67.7 

Missouri c ; (2.4) (2.4) 580 66.9 

Montana (2.7) (2.7) 424 65.0 

Nebraska ] (2.5) (2.5) 669 61.9 

New Hampshire 52. (2.6) (2.7) 494 72.1 

New Mexico ‘ (2.9) (2.9) 434 68.6 

New York ; (2.9) (2.8) 828 73.6 

North Carolina 52. (2.4) (2.4) ,208 65.8 

North Dakota ; (2.3) (2.4) 647 68.0 

Ohio ' (2.5) (2.4) 491 68.3 

Oklahoma 9. (2.6) (2.6) 646 64.5 

Oregon 50 (2.2) (2.2) ,021 68.8 

Pennsylvania E (2.2) (2.1) ,251 62.9 

Rhode Island . (2.2) (2.2) 565 71.5 

South Carolina : . (2.2) (2.1) 712 71.0 

South Dakota 2 (2.3) (2.3) 635 61.7 

Tennessee : (1.9) (1.8) 698 67.2 

Texas 5 § (2.6) (2.6) 544 64.8 

Utah . 51.0 (2.5) (2.5) 937 62.9 

Virginia 58.4 (2.9) (2.8) 585 72.4 : 
Washington r 56.5 (2.4) 57 (2.4) 1,072 70.1 5 : 5) 
West Virginia 637 45.8 (2.2) 45.2 (2.2) 007 65.0 ; 65.3 7) 
Wisconsin 363 56.3 (2.8) 57.0 (2.8) 676 63.1 2.3 63.5 (2.3) 
Range (42.7-64.5) (43.8-65.2) (61.7-78.9) (63.0-79.7) 


* Adjusted to the 1989 BRFSS age distribution for women 
*Denominator includes all female respondents aged 240 years 
SA total of 39 states participated in BRFSS in 1989 and in 1995. 
{Standard error 
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tion of women who reported receiving breast cancer screening consistent with Ameri- 
can Cancer Society guidelines increased from 31% in 1990 to 47% in 1995 (7). 

The findings in this report are subject to at least four limitations. First, only 39 states 
participated in both the 1989 and 1995 BRFSSs; therefore, the results may not be gen- 
eralizable to the total U.S. population of women aged 240 years. Second, the tele- 
phone survey excluded women living in households without a telephone. Although 
only 5% of U.S. households are without telephones, the proportion of persons without 
telephones varies by geographic region, and the characteristics of households with 
and without telephones are different (8). Thus, the differences observed in this survey 
may not reflect trends for women without telephones. Third, self-reported mammog- 
raphy use may not be consistent with reports of mammography use from other 
sources such as medical and imaging-center records (9). Finally, because approxi- 
mately 15%-20% of contacted households did not respond and respondents may be 
different from nonrespondents, the precision of the estimates in this report may be 
reduced. 

Regular breast cancer screening can reduce the annual rate of breast cancer deaths 
in the United States; the estimated potential reduction ranges from 19% to 30% for 
women aged 50-74 years (2). Federal initiatives, such as CDC’s National Breast and 
Cervical Cancer Early Detection Program (NBCCEDP) and Medicare, encourage breast 
cancer screening by paying for mammograms for women eligible to participate in 
these programs (10). Since 1991, Medicare has provided insurance coverage for bi- 
annual mammograms. NBCCEDP provides states, U.S. territories, and programs serv- 
ing American Indians/Alaskan Natives with resources to provide screening, follow-up, 
and referral services to medically underserved women. NBCCEDP outreach efforts are 
aimed at older women, women with low incomes, uninsured or underinsured women, 
and women of racial/ethnic minority groups. Initiatives to encourage women to re- 
ceive an initial screening for breast cancer are essential and should emphasize re- 
screening. 


References 
1. American Cancer Society. Cancer facts and figures, 1997. Atlanta, Georgia: American Cancer 

Society, 1997. 
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& Wilkins, 1996:73-87 
Frazier EL, Franks Al, Sanderson LM. Using Behavioral Risk Factor Surveillance data. In: CDC. 
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Mortality Patterns — Preliminary Data, United States, 1996 


In 1996, the estimated number of deaths in the United States totaled 2,322,265, 
slightly higher than the final total in 1995 of 2,312,132. Despite this slight increase in 
the total number of deaths in 1996, the preliminary crude death rate (875.4 per 100,000 
population) declined slightly from that in 1995 and was equal to the crude death rate 
in 1994; in addition, in 1996 the age-adjusted death rate* (493.6 per 100,000 U.S. 
standard population) reached an all-time low. This report summarizes preliminary 
1996 vital statistics data from CDC’s National Center for Health Statistics (NCHS) (7) 
and compares these data with data from 1995 and, for life expectancy, data from 1900 
to 1995. The findings indicate declines in the rates for most leading causes of death 
and the infant mortality rate and an increase in overall estimated life expectancy. 

National mortality statistics are based on information from death certificates filed 
in state vital statistics offices as required by state law and are compiled by CDC into a 
national database. Cause-of-death statistics are based on the underlying cause of 
death’, which is recorded on the death certificate by the attending physician, medical 
examiner, or coroner in a manner specified by the World Health Organization (WHO) 
and endorsed by CDC. In this report, general mortality data are presented for blacks 
and whites only; infant mortality data are presented for non-Hispanic whites, non- 
Hispanic blacks, and Hispanics. For general mortality, data for smaller minority groups 
are not presented because of inconsistent reporting between death certificates and 
censuses and surveys. The findings in this report are based on 1996 data received 
through May 8, 1997, and represent >85% of deaths that occurred in 1996. NCHS also 
receives independent monthly counts of deaths registered in state vital statistics of- 
fices. To produce the estimates in this report, the sample records in the preliminary 
files were weighted to the independent counts of infant deaths and total deaths regis- 
tered during 1996. 

Preliminary age-adjusted death rates for 13 of the 15 leading causes of death de- 
clined from 1995 to 1996 (Table 1). The most substantial decline was for mortality at- 
tributed to human immunodeficiency virus (HIV) infection (approximately 26%). The 
age-adjusted death rates for the two leading causes of death, heart disease and 
cancer—which together account for more than half of all U.S. deaths—also continued 
to decline: heart disease mortality by 3% and cancer mortality by 1%. Preliminary age- 
adjusted death rates also declined for homicides (11%), suicides (4%), mortality 
caused by accidents? (including motor-vehicle and all other accidents) (1%), and pneu- 


* Age-adjusted death rates adjust for differing age distributions of population groups and are 
more effective for comparing relative risks for mortality among groups and over time. They 
should be used as relative indexes rather than as actual measures of risk. The age-adjusted 
rates were computed using the 1940 U.S. standard population. 

*Defined by the World Health Organization’s International Classification of Diseases, Ninth 
Revision, as “(a) the disease or injury which initiated the train of morbid events leading directly 
to death, or (b) the circumstances of the accident or violence which produced the fatal injury.” 

SWhen a death occurs under “accidental” circumstances, the preferred term within the public 
health community is “unintentional injury.” 
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monia and influenza (2%). In comparison, diabetes-associated mortality increased by 
2%, the 10th consecutive year mortality from this cause has increased. 

Overall estimated life expectancy increased in 1996 to 76.1 years, surpassing the 
previous high of 75.8 years recorded in 1992 and 1995. Record highs occurred for 
black females (74.2 years), black males (66.1 years), and white males (73.8 years). The 
life expectancy for white females, which has remained unchanged since 1994, was 
79.6 years. The difference in life expectancy between males and females narrowed 
from 6.4 years in 1995 to 6.0 years in 1996, and ‘the difference between whites and 
blacks narrowed from 6.9 years to 6.5 years. The largest difference in life expectancy 
between males and females occurred in the late 1970s, when life expectancy for fe- 
males was 7.8 years greater than for males (Figure 1). 

The overall infant mortality rate (7.2 infant deaths per 1000 live births) for 1996 
declined 5% from 1995 (7.6). Declines occurred for neonates (aged <28 days), post- 
neonates (aged 28 days through 11 months), and for non-Hispanic white, non- 
Hispanic black, and Hispanic infants. The three leading causes of infant mortality were 
congenital anomalies, disorders related to short gestation and unspecified low birth- 
weight, and sudden infant death syndrome (SIDS). SIDS declined nearly 15% in 1996 
and accounted for one third of the overall decline in infant mortality. 


Reported by: Mortality Statistics Br, Div of Vital Statistics, National Center for Health Statistics, 
CDC. 


Editorial Note: Death rates and life expectancy are especially useful for monitoring the 
nation’s health. The preliminary data for 1996 indicate that death rates have declined 
for causes of death such as heart disease, cancer, and cerebrovascular diseases— 
causes most likely to affect the elderly—and for causes of death such as unintentional 


FIGURE 1. Life expectancy at birth, by year of birth and sex — United States, 1900-1996 
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injuries, homicide, suicide, and HIV infection—causes most likely to affect younger 
persons. Reductions in death rates for these causes, along with increases in life expec- 
tancy, indicate positive changes in U.S. mortality patterns. Although race-specific dif- 
ferences in life expectancy narrowed in 1996, death rates were still higher for blacks 
than whites, probably reflecting variations in factors such as socioeconomic status, 
access to medical care, and the prevalence of specific risks. 

The decrease in mortality attributable to HIV infection in 1996 marked the first time 
deaths attributed to this cause have declined. From 1987 (when HIV infection was first 
reported) to 1994, HIV deaths rose an average of 16% annually. The 1995 increase of 
only 1.3% indicated that mortality attributable to this cause might be slowing (2). In 
addition, HIV-related morbidity decreased for the first time in 1996, and the incidence 
of acquired immunodeficiency syndrome opportunistic illnesses declined 6% overall 
compared with 1995 (3). These recent decreases in HIV-related morbidity and death 
probably resulted from a combination of a reduced rate of new HIV infections and 
improvements in the medical care of HIV-infected persons. 

The 1996 preliminary mortality data in this report were produced by a new system 
of vital statistics data preparation initiated in 1995. This system provides data that are 
nearly complete a year before the final data are released. Through an agreement with 
the state vital statistics offices, data are continually transmitted to NCHS. Preliminary 
data, although subject to revision, are particularly helpful for surveillance purposes 
and for gauging progress toward national health objectives for 2000. 


References 
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Hyattsville, Maryland: US Department of Health and Human Services, CDC, National Center 
for Health Statistics, 1997. (Monthly vital statistics report; vol 46, no. 1, suppl 2). 
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Maryland: US Department of Health and Human Services, CDC, National Center for Health 
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Outbreak of Invasive Group A Streptococcus Associated with Varicella 
in a Childcare Center — Boston, Massachusetts, 1997 


Group A Streptococcus (GAS) causes common childhood diseases such as strep- 
tococcal pharyngitis and impetigo and can cause severe, life-threatening invasive dis- 
ease including streptococcal toxic-shock syndrome and necrotizing fasciitis. Invasive 
GAS disease occurs when GAS infects a normally sterile site. Clusters of invasive GAS 
infection previously had not been reported among children in school or childcare cen- 
ters (CCCs). However, on February 13, 1997, the Boston Public Health Commission 
received reports of cases of concurrent invasive GAS and varicella infection among 
two of 14 children in the same CCC classroom. Because of the potential for further 
spread of invasive disease, the Boston Public Health Commission initiated an investi- 
gation of these cases. This report describes the findings of the investigation, including 
risk factors for infection, and recommended prevention measures. The findings indi- 
cate the potential for widespread GAS infection and carriage in CCCs and suggest 
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that, in this outbreak, antecedent use of varicella vaccine would have prevented cases 
of invasive GAS. 


Case Descriptions 

On February 2, a previously healthy 4-year-old girl (patient 1) who had had onset of 
varicella on January 30 was taken to a local hospital because of swelling, tenderness, 
warmth, and redness over her left upper arm and shoulder. Purulent skin lesions were 
not present, and a blood culture was negative. The patient was admitted to the hospi- 
tal with a diagnosis of cellulitis and received intravenous clindamycin, but her symp- 
toms did not improve. She underwent surgical exploration for possible necrotizing 
fasciitis and subsequently received a total fasciotomy of her left arm. Cultures of tis- 
sue specimens obtained at surgery grew GAS, serotype M1T1. 

On February 6, submental abscess was diagnosed in a 3-year-old classmate of pa- 
tient 1 (patient 2), 7 days after onset of varicella infection. No obviously infected le- 
sions were located over or near the abscess, and a blood culture was negative. The 
abscess was incised and drained, and contents grew GAS, serotype M1T1. 


Investigation of the CCC 

In February 1997, a total of 39 children aged 1-4 years were enrolled in the CCC. 
The children were divided into three classrooms by age group, and groups were sepa- 
rated throughout the day except for 2 hours of outdoor play. To assess the prevalence 
of GAS carriage associated with the CCC, during February 17-19 throat swab speci- 
mens were obtained from all children attending the CCC, their household contacts, 
and ali CCC employees. Cases of GAS infection were identified by review of hospital 
records and telephone interviews with physicians. 

Four case definitions were used to categorize GAS status: a case of invasive GAS 
infection was defined as isolation of GAS from a normally sterile site; a case of nonin- 
vasive GAS infection was defined as identification of GAS from the throat of an ill 
person (strep throat) either by rapid-antigen test or culture; a case of possible GAS 
infection was defined as identification of a clinical illness commonly caused by GAS; 
and a case of GAS carriage was defined as isolation of GAS from the throat culture of 
a well person. 

Of the 14 classmates of patients 1 and 2, three had strep throat, and two had GAS 
carriage. Two of three available isolates (one obtained from a child with strep throat 
and one from a carrier of GAS) were serotype M1T1. In addition, two cases of possible 
GAS infection were identified: one with an infected varicella lesion and the other with 
leg cellulitis; however, cultures were not obtained from the lesions (Figure 1). 

Of the 25 children in other classrooms, one had scarlet fever, serotype M1T1, and 
one was a carrier of GAS of another serotype. Of the 92 household contacts, three had 
strep throat, and their isolates were not available for serotyping. GAS carriage was 
present in two persons (one was serotype M1T1 and the other was a different sero- 
type). Of the 13 CCC workers, GAS carriage, not M1T1, was present in one person. The 
child with scarlet fever and the household contact carrier of serotype M1T1 were both 
siblings of classmates of patients 1 and 2. 


identification of Risk Factors for Infection 
Risk factors for GAS infection among classmates of patients 1 and 2 were identified 
from responses by parents on self-administered written questionnaires. All nine cases 
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FIGURE 1. Cases of group A Streptococcus (GAS) infection* at a childcare center, 
by date of onset — Boston, Massachusetts, January-February 1997* 
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*A case of invasive GAS infection was defined as isolation of GAS from a normally sterile site; 
a case of noninvasive GAS infection was defined as identification of GAS from the throat of 
an ill person (strep throat) either by rapid-antigen test or culture; and a case of possible GAS 
infection was defined as identification of a clinical illness commonly caused by GAS. 

tn=7 


of test-confirmed (by culture or rapid-antigen test) and possible GAS infection oc- 
curred in persons with varicella infection. Of the 14 classmates of patients 1 and 2, a 
total of 12 were susceptible to varicella at the start of the school year: one had a pre- 
vious history of varicella, and one had been vaccinated against varicella. The first case 
of varicella occurred on January 15; of the other 11 susceptible children, 10 had onsets 
of varicella during January 29-February 1 (Figure 2). Of these, seven were identified 
with GAS infection or carriage, and two had onset of possible GAS disease 3-14 days 
following onset of varicella. 

Of the 11 children who were not receiving antibiotics and whose GAS status was 
test-confirmed, seven who spent >30 hours per week at the CCC had documented 
GAS infection or carriage compared with none of the four children who spent 
<30 hours (Fisher's exact test, p<0.01). 

A total of 112 environmental surfaces were cultured to assess the possible role of 
fomites in disease transmission. These surfaces included handles and other sites that 
a child was likely to grip (70) and any toy (e.g., toy food and phones) that a child was 
likely to place in his or her mouth (42). Of the 112 samples, six pieces of flat plastic 
food were positive for GAS; five were serotype M1T1. 

Varicella vaccine was recommended and provided free for all children, CCC staff, 
and household contacts considered to be susceptible. In addition, to prevent addi- 
tional cases of GAS infection, prophylactic antibiotic therapy was recommended for 
all carriers of GAS and all classmates of patients 1 and 2 regardless of culture results. 
The specific antibiotic therapy was prescribed by the patient's physician. 
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FIGURE 2. Cases of varicella at a childcare center, by date of onset — Boston, 
Massachusetts, January-February 1997* 
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Reported by: MA Barry, MD, K Matthews, P Tormey, Boston Public Health Commission; 
BT Matyas, MD, SM Lett, MD, JA Ida, MS, DM Hamlin, MS, P Kludt, MPH, K Yih, PhD, A DeMaria, 
Jr, MD, State Epidemiologist, Massachusetts Dept of Public Health. Epidemiology and Labora- 
tory Section, Respiratory Diseases Br, Div of Bacterial and Mycotic Diseases, National Center 
for Infectious Diseases; Child Vaccine Preventable Disease Br, Epidemiology and Surveillance 
Div, National Immunization Program, CDC. 

Editorial Note: Invasive GAS infection is a known complication of varicella infection in 
children. Previous reports indicate that among children with GAS bacteremia, 6%- 
17% of cases were associated with antecedent varicella infection (1-3 ). In Toronto, an 
analysis of active surveillance data for invasive GAS infection suggested a substan- 
tially increased risk for infection in children during the 2-week period following onset 
of varicella infection (2). Other reports have documented community clusters of 
varicella complicated by invasive GAS infection (4,5). For example, in 1994, a total of 
24 previously healthy children (median age: 3 years; range: 6 months-8 years) in 
southern California developed invasive GAS infection after varicella infection (4 ). 

The Advisory Committee on Immunization Practices and American Academy of Pe- 
diatrics recommend routine varicella vaccination for infants aged 12-18 months and 
vaccination of susceptible children, adolescents, and adults (6,7). Because of the in- 
creased risk for invasive GAS infection in persons with antecedent varicella and the 
occurrence of community clusters of invasive GAS in persons with varicella, the use 
of varicella vaccine is one strategy for preventing some cases of invasive GAS infec- 
tion. 

Because information about the epidemiology of GAS in CCCs is limited, there are 
no published recommendations about prevention strategies following identification 
of one or more cases of invasive GAS infection in CCCs. In Alabama, a fatal case of 
invasive GAS infection in a child attending a CCC led to identification of GAS carriage 
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in 25% of all children in six of nine classrooms attending the CCC (8). In Sweden, after 
a child and teacher in a CCC had onset of GAS pharyngitis, GAS infection or carriage 
occurred in 61% of the children in the CCC’s two classrooms within 16 days of identi- 
fication of the index case (9). In the Boston outbreak, few children were infected out- 
side the classroom of patients 1 and 2, possibly reflecting the greater separation 
between the groups, the ability of 4-year-old children to control secretions, and/or the 
role of fomites in transmission. Results of this investigation suggest that age and CCC 
characteristics may be important factors in developing prevention strategies. 

The role of the plastic food in transmitting GAS in this outbreak is unclear; although 
4-year-old children typically do not place toys in their mouths, toy “food” may have 
encouraged such behavior. Guidelines for sanitation in CCCs state that “toys that are 
placed in children’s mouths...should be set aside to be cleaned with water and deter- 
gent, disinfected, and rinsed before handling by another child” (10). Individual CCCs 
should determine whether they should have toy “food” based on their ability to en 
force this standard. 
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Hantavirus Pulmonary Syndrome — Chile, 1997 


Hantavirus pulmonary syndrome (HPS)* was first recognized in Chile in October 
1995; through July 1997, nine cases had been identified in the country. However, dur- 
ing August 1-October 8, 1997, a total of 12 persons with HPS, including two family 
clusters, were recognized. A collaborative investigation is under way to determine the 
magnitude of this outbreak, the associated rodent reservoir for hantaviruses, and the 
major risk factors for human infection. This report summarizes the preliminary results 
of the ongoing investigation, which suggest that the outbreak among humans is par- 
alleled by exceptionally high densities of potential rodent reservoir species. 

From October 4, 1995, through October 8, 1997, a total of 21 HPS case patients were 
identified in Chile; 13 died (case-fatality proportion: 62%). The mean age of patients 
was 26 years (range: 1 year 11 months to 41 years); four (19%) of the cases were in 
children aged <17 years; 76% of cases were in males. No cases occurred among 
health-care workers. The outbreak that began in August 1997 is centered in two south- 
ern regions of Chile (population: 1.1 million). Genetic sequencing of material amplified 
from the autopsy tissue of one case-patient presumptively infected in one of these two 
regions identified Andes virus as the etiologic agent (2). Clinical features have been 
similar to those reported in North America (3) but have included at least three chil- 
dren with petechiae. 

The first family cluster (cluster 1) of HPS was reported from Cisne Medio, Lago 
Verde community, Aysen region. On July 15, a 39-year-old man (index case) had onset 
of an acute febrile respiratory illness; he died on July 21, but no appropriate speci- 
mens were available for laboratory diagnosis of HPS. Except for a brief visit to the 
family’s house on July 27 to retrieve personal belongings, family members moved to 
a house in a village 4.4 miles (7 km) away. Onsets of laboratory-confirmed cases of 
HPS occurred in the index case-patient’s wife (August 2), 2-year-old son (August 9), 
12-year-old son (August 18), and his brother-in-law (who intermittently stayed in the 
original residence) (September 5). The second family cluster (cluster 2) included three 
of the four members of a household in Lago Atravesado, Coyhaique community, 
Aysen region. All case-patients had onsets of illness during August 23-28. 

A total of 569 rodent traps were placed at the original residence of cluster 1 (on the 
night of August 27), at the residence of cluster 2 (on the nights of August 28 and 29), 
at two neighboring controls (within 889 yards [800 m]) of each case-household, and in 
a forested area near Lago Atravesado. Trapping yielded 253 rodents, of which 
119 (47%) were Oligoryzomys longicaudatus; the remainder primarily were Akodon 
olivaceous and Akodon (Abrothrix) longipilus. High trap success in the forested area 
(22 [55%] captures in 40 traps) indicated that high rodent densities were not restricted 
to peridomestic areas. The overall trap success in the Aysen region was approxi- 
mately five times that achieved 375 miles (600 km) north in Paillaco, 21.9 miles (35 km) 
southwest of Valdivia (49 [10%] of 478 traps). 

Reported by: R Murua, DVM, Austral Univ, Valdivia; B Barra, JL Vera Mora, H Villalon, MD, 
C Mansilla, MD, M Tapia, MD, JJ Chaparro, MD, F Torres, MD, Coyhaique Regional Hospital; 
J Barria, G Aguila, P Escobar, N Gallegos, R Valderrama, MD, J Montecinos, MD, Director, Aysen 
Health Svcs, Coyhaique; K Mardoff, R Mansilla, DVM, Valdivia Health Svcs, Valdivia; JA Vergara, 


*HPS is defined as fever (>101 F [38.3 C]), bilateral diffuse pulmonary edema, respiratory 
compromise requiring supplemental oxygen developing within 72 hours of hospitalization in 
a previously healthy person (7). 
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MD, Lianchipal Health Svcs, Puerto Montt; C Pavletic, DVM, J Toro, MD, A Figueroa, MD, 
Minister of Health, Ministry of Health; R Cerda, J Vega, MD, R Penna, MD, Pan American Health 
Organization, Santiago, Chile. G Calderén, H Lopez, D Enria, MD, National Institute of Human 
Viral Diseases, Pergamino; P Padula, PhD, National Institute of Infectious Diseases; Z Yadon, 
MD, E Segura, PhD, National Administration of Laboratories and Institutes of Health, Malbran, 
Buenos Aires, Argentina. Viral and Rickettsial Zoonoses Br, Infectious Disease Pathology Activ- 
ity, and Special Pathogens Br, Div of Viral and Rickettsial Diseases, National Center for Infectious 
Diseases, CDC 

Editorial Note: Since its initial description in 1993, HPS has been established as a pan- 
American zoonosis (4 ). The basic clinical features in humans include fever, headache, 
myalgia, and gastrointestinal symptoms, followed by noncardiogenic pulmonary 
edema, cardiovascular collapse, and a 40%-60% case-fatality proportion. HPS results 
from infection with New World hantaviruses that are maintained by a single rodent 
reservoir species belonging to the subfamily Sigmodontinae (Order: Rodentia; Family: 
Muridae). Infection and disease in humans can occur after exposure to aerosols of 
secretions and excretions from infected rodents. Approximately 400 cases have been 
detected throughout the Americas, with retrospective cases identified as early as 
1959. Although most cases occur sporadically in areas with endemic disease through- 
out the Americas, periodic outbreaks, such as the current episode in Chile, intermit- 
tently occur in association with meteorologic and ecologic conditions that facilitate 
increased rodent densities and contact of rodents with humans. 

Compared with features of HPS in the United States, distinctive features of the out- 
break in Chile include the high proportion of cases among children and the common 
occurrence of a bleeding diathesis (3,4). The high trap success in Chile reflects the 
high population densities of rodents, especially O. longicaudatus, the species provi- 
sionally identified as the reservoir of Andes virus in southern Argentina (5). In pre- 
vious Outbreaks in Argentina, person-to-person transmission of Andes virus was 
documented (6,7). Although person-to-person transmission cannot be excluded as a 
factor for cluster 1, the high rodent population levels probably were associated with 
an increased frequency of human-rodent contact and, therefore, an increased risk for 
transmission of rodentborne hantaviruses to humans. Additional studies are being 
conducted to determine the major risk factors for human infection. This multidiscipli- 
nary investigation is coupled with training in specialized diagnostic techniques at 
CDC, training in rodent sampling protocols in the field, and transfer of diagnostic ca- 
pability to Chile. Interim measures initiated by the Ministry of Health and the regional 
health services include a public health education campaign about methods for reduc- 
ing rodent contact (8). 
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Notice to Readers 





Results of The Public Health Response to Pfiesteria Workshop — 
Atlanta, Georgia, September 29-30, 1997 


On September 29-30, 1997, CDC sponsored a workshop to coordinate a multistate 
response to public health issues about Pfiesteria piscicida. Workshop attendees in- 
cluded representatives from the health departments of eight states (Delaware, Florida, 
Georgia, Maryland, North Carolina, South Carolina, Virginia, and West Virginia) and 
the District of Columbia, the U.S. Food and Drug Administration, the National Insti- 
tutes of Health’s National Institute of Environmental Health Sciences, CDC’s National 
Institute for Occupational Safety and Health, and the U.S. Environmental Protection 
Agency. 

P. piscicida and morphologically related organisms (MROQOs) are dinoflagellates that 
have been implicated in recent estuarine* fish kills on the U.S. eastern seaboard and 
have been reported to be associated with human illness. These dinoflagellates appear 
similar under light microscopy and require scanning electron microscopy for defini- 
tive identification. The attendees of the workshop agreed on a combined set of envi- 
ronmental conditions and clinical signs and symptoms that together may represent 
adverse consequences of exposure to these organisms. The environmental conditions 
are exposure to estuarine water characterized by any of the following: 1) fish with 
lesions consistent with P piscicida or MRO toxicity (20% of a sample of at least 50 fish 
of one species having lesions); 2) a fish kill involving fish with lesions consistent with 
P. piscicida or MRO toxicity; or 3) a fish kill involving fish without lesions, if P piscicida 
or MROs are present and there is no alternative reason for the fish kill. The clinical 
features in humans include any of the following signs and symptoms: 1) memory loss, 
2) confusion, 3) acute skin burning (on direct contact with water), or 4) three or more 
of an additional set of conditions (headaches, skin rash, eye irritation, upper respira- 
tory irritation, muscle cramps, and gastrointestinal complaints [i.e., nausea, vomiting, 
diarrhea, and/or abdominal cramps)). 

Workshop attendees suggested using the above framework to identify potentially 
affected persons and recommended initiating the following public health activities: 
1) uniform multistate surveillance for potential P piscicida- and MRO-related illness; 
2) multistate, CDC-coordinated, epidemiologic studies to determine possible human 
health effects associated with P piscicida and MRO exposure; and 3) identification of 
a biomarker of exposure to the toxins produced by these organisms. The public health 
implication of toxicity of these dinoflagellates is an example of an emerging environ 
mental and potential occupational health issue that can best be addressed through 
collaboration among federal, state, and local health agencies. 


*A coastal area at the mouth of a river where fresh river water mixes with salty sea water 





952 October 10, 1997 


Notice to Readers — Continued 


Reported by participants in The Public Health Response to Pfiesteria Workshop: AL Hathcock, 
PhD, Div of Public Health, Delaware Health and Social Svcs; ME Levy, MD, District of Columbia 
Commission of Public Health; S Wiersma, MD, Florida Dept of Health; CL Drenzek, DVM, Div of 
Public Health, Georgia Dept of Human Resources; MP Wasserman, MD, Maryland State Dept 
of Health and Mental Hygiene; R Levine, MD, S Music, DTPH, North Carolina Dept of Health 
and Human Svcs; R Ball, MD, South Carolina Dept of Health and Environmental Control; 
SR Jenkins, VMD, Virginia State Health Dept; C Berryman, DVM, Bur of Public Health, West 
Virginia Dept of Health and Human Resources; Office of Public Health and Science, US Dept of 
Health and Human Svcs; Office of Seafood, Center for Food Safety and Applied Nutrition, US 
Food and Drug Administration; Geographic Planning and Technology Support Br, Water Man- 
agement Div, Region IV, US Environmental Protection Agency; Laboratory of Pharmacology and 
Chemistry, National Institute of Environmental Health Sciences, National Institutes of Health; 
Hazard Evaluations and Technical Assistance Br, Div of Surveillance, Hazard Evaluations, and 
Field Studies, National Institute for Occupational Safety and Health, Toxicology Br, Div of 
Environmental Health Laboratory Sciences, and Health Studies Br, Div of Environmental Hazards 
and Health Effects, National Center for Environmental Health, CDC. 


Notice to Readers 





Child Health Month — October 1997 


October 1997 is Child Health Month. The overall theme for Child Health Month for 
1997-1999 is substance-abuse prevention, and this year’s focus is on prevention of 
tobacco use. 

in 1996, approximately 69 million children and adolescents aged <18 years lived in 


the United States; by 2020, the number is expected to increase to 78 million (7). Since 
1992, the American Academy of Pediatrics (AAP) has used Child Health Month to in- 
crease public awareness of the vaiue of preventive health care. Child Health Month 
originated from AAP’s “Children: Our Future” campaign, which was developed from 
the “Access to Health Care” initiative of the late 1980s. October was selected because 
of Child Health Day, an observance originally designated for the first Monday in Octo- 
ber by the President in 1928 to draw national attention to the status of children’s 
health. 

Additional information about Child Health Month is available from CDC’s Office of 
Program Planning and Evaluation, telephone (404) 639-7086. 
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FIGURE I. Selected notifiable disease reports, comparison of provisional 4-week totals 
ending October 4, 1997, with historical data — United States 
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TABLE |. Summary — provisional cases of selected notifiable diseases, 
United States, cumulative, week ending October 4, 1997 (40th Week) 
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TABLE Il. Provisional cases of selected notifiable diseases, United States, 
weeks ending October 4, 1997, and October 5, 1996 (40th Week) 
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TABLE Il. (Cont’d.) Provisional cases of selected notifiable diseases, United States, 


weeks ending October 4, 1997, and October 5, 1996 (40th Week) 
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TABLE Ill. Provisional cases of selected notifiable diseases preventable by vaccination, 
United States, weeks ending October 4, 1997, 
and October 5, 1996 (40th Week) 
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TABLE Ill. (Cont’d.) Provisional cases of selected notifiable diseases preventable 
by vaccination, United States, weeks ending October 4, 1997, 
and October 5, 1996 (40th Week) 
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TABLE IV. Deaths in 122 U.S. cities,* week ending 
October 4, 1997 (40th Week) 


All Causes, By Age (Years) Pad’ All Causes, By Age (Years) 


Reporting Area All | - 4s] 25-44] 1-24 - Total] Reporting Area All | es | 64] 25-44| 1.24 
32 12 











Ages 

















~] 


© ON 


256 
36 


27 


385 34 32 2 11 


an 


o 
Noha 
NWONNA® 


MwWwnr ae 


DR woe 
on & 


sWNHLAWOAG 


om>Wwrh 


4 
7 
4 
9 
4 


w 


WODON—WO 


yy tT N= 
QNWNWNO— OW be 


Crnownr 


ro) 
N 
~ 








this table smtarily reported from 12 2s ir e United States, most of which have populations of 100,000 or 
reported by place of its ox ' ce » week that the death certificate was filed. Fetal deaths are not 


1 influenza 
changes in reportin 
be available in 4 to 

ides unknown ages 


methods in this Pennsylvar vese numbers are partial counts for the current week. Complete 


g 
6 weeks 





Vol. 46 / No. 40 





Contributors to the Production of the MMWR (Weekly) 


Weekly Notifiable Disease Morbidity Data and 122 Cities Mortality Data 
Denise Koo, M.D., M.P.H. 


State Support Team CDC Operations Team 
Robert Fagan Carol M. Knowles 
Karl A. Brendel Deborah A. Adams 
Siobhan Gilchrist, M.P.H. Willie J. Anderson 
Harry Holden Christine R. Burgess 
Gerald Jones Patsy A. Hall 
Felicia Perry Myra A. Montalbano 
Carol A. Worsham Angela Trosclair, M.S. 


Desktop Publishing and Graphics Support 


Morie M. Higgins 
Peter M. Jenkins 














<3 V3 


@ 


+ 
Yr 
if 
0 
0 


“pd hd bed | iced | hth | dat | ht tfc | ft | et ||| lk | : 


960 MMWR October 10, 1997 


The Morbidity and Mortality Weekly Report (MMWR) Series is prepared by the Centers for Disease Control 
and Prevention (CDC) and is available free of charge in electronic format and on a paid subscription basis 
for paper copy. To receive an electronic copy on Friday of each week, send an e-mail message to 
listserv@listserv.cdc.gov. The body content should read SUBscribe mmwr-toc. Electronic copy also is 
available from CDC’s World-Wide Web server at http://www.cdc.gov/ or from CDC's file transfer protocol 
server at ftp.cde.gov. To subscribe for paper copy, contact Superintendent of Documents, U.S. Government 
Printing Office, Washington, DC 20402; telephone (202) 512-1800 

Data in the weekly MMWR are provisional, based on weekly reports to CDC by state health departments. 
The reporting week concludes at close of business on Friday; compiled data on a national basis are officially 
released to the public on the following Friday. Address inquiries about the MMWR Series, including material 
to be considered for publication, to: Editor, MMWR Series, Mailstop C-08, CDC, 1600 Clifton Rd., NE., Atianta, 
GA 30333; telephone (888) 232-3228. 

All material in the MMWR Series is in the public domain and may be used and reprinted without 
permission; citation as to source, however, is appreciated 





Director, Centers for Disease Control Editor, MMWR Series 
and Prevention Richard A. Goodman, M.D., M.P.H 
David Satcher, M.D., Ph.D Managing Editor, MMWR (weekly) 
Deputy Director, Centers for Disease Control Karen L. Foster, M.A. 


and Prevention 
Writers-Editors, MMWR (weekly) 
Claire V. Broome, M.D Devid C. Johneon 


Director, Epidemiology Program Office Darlene D. Rumph Person 
Stephen B. Thacker, M.D., M.Sc Teresa F. eeepe 
Caran R. Wilbanks 


U.S. Government Printing Office: 1998-633-228/67031 Region IV 














sseursng 1819440 
4O LN3IWLYvd30 


peysenbey soles WiNjeY 
ODES SSF) BEAU, 10) Ayjeued 
Eeeoe eiBioey ‘equepy 

(9GD) UOQUeAeig pue 
jO4yUuOs eseesigC] 10} S1e}UeD 
S39IAW3S NVWNH ONV HL1V3H 





¥8Z-D “ON HWuled 
909/SHd 


Givd $334 8 IDVLSOd 
VW SSV19-LSUld 














